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which, in our opinion, receive adequate coverage only We believe that one area which should have received
in Asthma and Allergic Diseases (p. 157). The two che- more attention in each of these collections is the extent
mokines with greatest eosinophil specificity are eotaxin to which murine models of the disease have recently
1 and eotaxin 2. Targeted deletion of eotaxin 1 leads to been characterized and used in conjunction with mice
decreased eosinophil migration to allergen-sensitized with targeted gene mutations to assess the contribu-
lung (Rothenberg et al., J. Exp. Med., 185, 785±790, tions of particular cytokines, lipid mediators, transcrip-
1997). Although eotaxin has multiple cellular sources, tion factors, and immunoglobulins to the Th1/Th2 bal-
including respiratory epithelium, monocytes, and eosin- ance and asthma pathogenesis.
ophils themselves, its enhanced production at sites of Overall, these books provide an outstanding review
allergic inflammation is completely dependent on T of the field. Asthma Basic Mechanisms and Clinical Man-
cells. agement is the most comprehensive and is the only one
Asthma Basic Mechanisms and Clinical Management, in the group to cover clinical issues in detail. We would
which is now in its third edition, is the most ambitious strongly recommend it for Clinician/Scientists and basic
in scope among the three books reviewed here and researchers requiring a complete overview of the area.
certainly the most comprehensive. The first half covers Inflammatory Mechanisms in Asthma provides an excel-
basic pathophysiology and cellular and molecular mech- lent collection of reviews on the cells and mediators of
anisms in asthma. This includes excellent reviews of asthma. Asthma and Allergic Diseases, while not com-
asthma genetics, pathology, and physiology as well as prehensive, includes a number of outstanding chapters
chapters on the critical cell types and mediators that on specific rapidly developing areas not covered by the
participate in pathogenesis. This is certainly an impres- other two books. The latter two books are best suited
sive collection and there are no major omissions. Per- for those active in the field and can also be strongly
haps one undesired consequence of this complete and recommended.
broad coverage is an apparent pressure for space. Some These volumes make it clear that a number of potential
areas receive short shrift relative to their critical roles approaches hold promise for the future understanding
in asthma pathogenesis or in consideration of the impor- and therapy of this disease. Leukotriene antagonists are
tance of recent advances in those fields. For instance already in mainstream use and inhibitors of IgE recep-
eosinophil biology is covered only briefly (10 pages) and tors and eosinophilopoiesis are far along in their devel-
the discussion of chemokines, a critical field which has opment. One can be optimistic that the day should not
exploded in recent years, is also quite limited and in-
be far off when we will better understand the genetic
cludes only scant references to the eotaxins and to
and environmental factors that predispose some of us
chemokine receptors.
toward the Th2 response underlying the disease, andThe entire second half is devoted to clinical aspects
that the new millennium will bear witness to strategiesof diagnosis and management, an area not dealt with
that inhibit the central causes of allergy.in any significant depth in either of the other collec-
tions. These chapters are very complete with particular
strength in coverage of the pharmacotherapy of asthma. Hans C. Oettgen, M.D., Ph.D. and Raif S. Geha, M.D.
Although excellent, and broad in scope, this section Division of Immunology
might have benefited from additional discussion of the Children's Hospital
masqueraders and complicators of asthma including
Harvard Medical School
allergic bronchopulmonary aspergillosis, sinusitis, and
Boston, Massachusetts 02115
rhinitis.
Inflammatory Mechanisms in Asthma has a narrower
focus, devoting all of its 40 chapters to reviews of the
cellular and molecular mechanisms that drive allergic
airway inflammation. It has great depth in some areas, No Guts, No Glory: Mucosal Immunity
particularly, as mentioned above, eosinophil and den- Comes of Agedritic cell biology. There are some holes though, includ-
ing the absence of a chapter on chemokines.
Mucosal T CellsAsthma and Allergic Diseases contains the presenta-
Edited by Thomas T. MacDonaldtions of the Fifth International Conference on Asthma
Basel: Karger (1998). 242 pp. $208.75and Allergic Diseases (Ischia, Italy, 1997). It is the brief-
est of the books and the reviews are focused primarily
on basic mechanisms in allergic inflammation without
Mucosal immunology is the study of the structure andany attention to clinical issues. As would be expected
function of the immune system at the precarious inter-for a meeting report, it offers somewhat spotty coverage
face between the outside world and our inner biologicalof this huge area, and it lacks the unifying overviews of
selves. In the past ten years this field has enjoyed re-asthmatic pathology and pathophysiology that serve to
newed life due in part to the realization by immunologistsbind together the other two books. Nevertheless, it pro-
that this is where the action is. Mucosal surfaces arevides in-depth reviews of some of the ªhotº areas in the
where the vast majority of pathogens enter the host,field, including a nice overview of the chemokines as
and the prominence of HIV as one of these intruders haswell as excellent reviews on IgE receptors, the mast cell
focused considerable attention on mucosal immunity.inhibitory receptor GP-49, and the use of antisense and
Additionally, new immunological tools have been broughtDNA immunization strategies to modulate airways re-
sponses to allergens. to bear on inflammatory bowel diseases (IBDs). Couple
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these with several other significant discoveries in gen- derived from either mature cells or precursors that arose
outside of the mucosa. This thinking would lead to theeral and mucosal immunology and one has the makings
of a renaissance. A partial list of these findings includes: conclusion that full-scale extrathymic T cell develop-
ment does not occur to any great extent in the mucosathe description of a large population of unusual T cells,
those expressing the gd-type of receptor in the intestinal of adults. This hypothesis is supported by the fact that
the majority of lymphocytes in lamina propria or themucosa of mice and humans and the antidogmatic pos-
sibility that these T cells mature outside of the thymus intraepithelial lymphocyte compartment are either mem-
ory or activated cells and that primary activation mustperhaps in a newly described intestinal anatomical
structure; the emergence of several immunodefective occur in an organized lymphoid tissue such as MLN or
Peyer's patch (PP). (The status of lamina propria T cellsmouse models of IBDs; related to the latter, the identifi-
cation of Th1/Th2 helper subsets and their application in normal and disease states is discussed concisely in
a chapter by the editor, T. MacDonald.) The alternativeto control of mucosal immunity and autoimmunity; the
rediscovery of the concept of oral tolerance and its po- hypothesis would be that a4b7 interactions are needed
in some as yet unknown role in intestinal T cell devel-tential as a therapeutic avenue for any autoimmune dis-
eases, not just those associated with mucosa; and the opment.
In light of these considerations, the discussion of ex-realization that dendritic cells carry antigen from muco-
sal tissues to sites of antigen presentation and lympho- trathymic T cell development, in the chapter by Klein,
is misleading when considered alone. His contentioncyte activation.
Mucosal T Cells, edited by T. MacDonald, a volume that ªenteric infectious antigens first present themselves
in the intestineÐnot in the spleen, lymph nodes, bloodin the Chemical Immunology series, attempts to bring
a review of some of these areas together into a single or peritoneumº is temporally but not functionally correct.
The majority of primary TCRab T cell activation to entericvolume. For the most part the book succeeds in provid-
ing a cogent description of the major players involved antigens probably occurs in PP and MLN leading to
activation and subsequent migration to intestinal mu-in the intestinal immune system. Two of the thirteen
short chapters (all by different authors) also discuss the cosa. The relative acellularity of the mucosal immune
system in microbe-free animals drives this point homelung mucosa and provide a mechanism for the uniniti-
ated to compare intestinal and lung lymphocyte popula- especially for TCRab T cells: without antigenic stimula-
tion not much is happening in the way of mucosal immu-tions and potential functions. The first chapter, by P.
Brandtzaeg and colleagues, who have generated much nity. For TCRgd cells and perhaps TCRab CD8aa cells,
primary responses could occur in the epithelium, but atof the immunohistological data on human intestinal lym-
phocytes, provides an excellent structural framework of present the antigens these cells recognize are unknown.
These facts should also be considered when discussingthe intestinal immune system. This is essentially a survey
chapter of the phenotypes of intestinal T cells in human the potential of MHC class II1 intestinal epithelial cells
in antigen presentation. The chapter on that topic pro-gut in normal and diseased states. Once the constit-
uents of the system have been detailed, the book moves vides a nicely detailed cell biology approach to IEC func-
tion and antigen processing capabilities. A model is alsoon to cover several important concepts in mucosal T
cell biology. The study of the mucosal immune system proposed that normal epithelium could induce tolerance
and activated epithelium would induce effector cells,can essentially be considered in three parts: develop-
ment, induction of immunity, and effector function. The yet it is unclear which T cells (naive?) would be involved
in these reactions. IEC should be able to present antigenlatter two can also be considered with regard to autoim-
mune disease states. Although the book is not organized for reactivation of memory cells and as discussed by P.
Bland, for recognition by perhaps unconventional T cellsin this way, each chapter deals with aspects of these
components with, out of necessity imposed by the struc- including TCRgd cells recognizing unconventional li-
gands presented by CD1 and other presentation ele-ture of the mucosal immune system, much cross-talk
between areas. At least for the intestine, the situation ments that may be unique to IEC. These recognition
phenomena could be involved in the generation of theis unique in that T cell development, immune response
induction sites, and effector sites are found rather oligoclonal TCRab repertoire present in IEL, as detailed
in a chapter on this topic. This is not to say that intestinalclosely apposed to one another. Of course, the anatomy
of the mucosal immune system subserves its function: T cells do not perform other functions such as the main-
tenance of epithelium by TCRgd cells as discussed into potentiate rapid responses to incoming pathogens.
Development of the mucosal immune system is dis- the straightforward chapter by I. Takahashi et al.
Intestinal microbial flora are not only involved in devel-cussed primarily with regard to extrathymic T cell produc-
tion in two chapters and in another chapter on the role opment of the normal mucosal immune system but are
potentiators of IBDs. This has become increasingly evi-of b7 integrins in migration of lymphocytes to the gut.
These topics may seem unrelated but scrutiny of the dent in the mouse models of IBDs, nearly all of which
require the presence of microbes. Whether this is truerequirements for development of the mucosal immune
system suggests otherwise. In mice lacking b7 integrins, for human disease is perhaps likely but difficult to test.
The chapter by S. Simpson et al. on mouse modelsthe mucosal lymphocyte compartment is severely de-
pleted due to the inability of lymphocytes to migrate to of gut inflammation is a thoughtful and comprehensive
treatment of the topic, and for the most part, withoutthe mucosa. The mucosal addressin ligand for the a4b7
integrin is expressed in mesenteric lymph node (MLN) preconceptions. Most of the models are discussed, from
cytokine-mediated immunoregulatory defects to epithe-and lamina propria (LP) venules. This suggests that most
mucosal lymphocytes in the LP and the epithelium are lial cell dysfunction, so a brief but fairly complete picture
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of the field at present is provided. The theme of cytokine The Cost of Immune-Mediated
involvement in intestinal function is carried through two ªCollateral Damageº in theother chapters in disparate areas of interest. One de-
scribes the role of cytokines in the IgA response, to Nervous System
which much of the mucosal response is dedicated. N.
Lycke presents a conceptually pleasing and logically In Defense of the Brain: Current Concepts in the Im-
formatted discussion of the formation of PP and the link munopathogenesis and Clinical Aspects of CNS Infec-
between PP and IgA responses. The role of cytokines tions
in the IgA response is also a well-developed focus. The Edited by Phillip K. Peterson, M.D. and Jack S. Reming-
other cytokine-related chapter is aimed at immunity to ton, M.D.
intestinal helminths. The immune response to these in- Oxford: Blackwell Science (1997). 355 pp. $95.00
fections represents one of the few examples in vivo
where there is a clear indication that the type of T cell Immunological and Infectious Diseases of the Periph-
response makes a difference. Thus, Th1-type responses eral Nerves
are associated with susceptibility to infection while Th2- Edited by N. Latov, John H. J. Wokke, and John J.
type responses result in clearance of the parasite. Per- Kelly, Jr.
haps surprisingly, this chapter was the only one that New York: Cambridge University Press (1998). 435 pp.
dealt with infectious disease in any detail. While some $145.00
of the other chapters touched on aspects of this area,
in a book focused on mucosal T cells, the inclusion of
Metaphors derived from military life are helpful in under-more material on actual immunity to bacteria and viruses
standing how the immune system functions. The termwould provide a more complete picture of the raison
collateral damage is most often used to describe dam-d'etre for the mucosal immune system. Nevertheless,
age from aerial bombardment to structures and individu-Mucosal T Cells will provide the aficionado with useful
als near the intended target of a bomb. There is some-background material, and although some chapters may
times political motivation to minimize collateral damage,beguile the uninitiated, several are worthwhile reading
as evidenced during the recent Operation Desert Fox.for beginners in the field.
In contrast, in order exert maximal military, economic,For those interested in a comprehensive treatment of
and pyschological impact, the aim is to maximize collat-mucosal immunity, the newly published Mucosal Immu-
eral damage, as any student of World War II would know.nology, edited by Ogra, Mestecky, Lamm, Strober, Bie-
The human nervous system, particularly the central ner-nenstock, and McGhee will be an excellent resource.
vous system, is extremely limited in its ability to regener-Formerly titled The Handbook of Mucosal Immunology,
ate after injury. For this reason, the immune system andthis volume has grown exponentially along with the field,
the nervous system have evolved, and sometimes evenweighing in at 1628 pp., and can now be compared
coevolved with the microbial world, to elaborate intri-with the stalwart general immunology text Fundamental
cate mechanisms to protect the brain and its connec-Immunology, edited by W. Paul. Since the latter provides
tions to the outside world, even when under microbialonly a cursory look at mucosal immunity, the two books
attack.together give a much-needed inclusive view of the im-
Mature brain cells are terminally differentiated andmune system. Mucosal Immunology covers a great deal
are not normally replaced after death. Other organs areof ground, from the detailed structure of the mucosal
comprised of cell types that have the capacity to divide,immune system to delivery systems for vaccines. Given
and this makes them far less vulnerable to immune-the rapid growth in the field over the past years, it is
mediated damage. For example, when liver cells aredifficult to imagine that the pace will continue. If it does,
killed by an immune attack against a virus, they can bethis tome may necessarily grow to two volumes!
replaced, unlike brain cells, which cannot. Two recent
books, Peterson and Remington's In Defense of theLeo Lefrancois
Brain, and Latov, Wokke, and Kelly's Immunological andDepartment of Medicine
Infectious Diseases of the Peripheral Nerves, provideUniversity of Connecticut
some pertinent examples of the perils of collateral dam-Farmington, Connecticut 06030
age to the brain and what is done to avoid it.
Rabies would represent the utter failure to protect the
brain from collateral damage. Hillary Koprowski, per-
haps the sage on the subject of confrontations between
the brain and the immune system, dating back to his
influential work in the early 1950s to produce a polio
vaccine, and Bernhard Dietzschold describe the ravages
of rabies: ª...even the Sanskrit word rabhas from which
rabies originates evokes fear since it means `to do vio-
lence.'º (In Defense of the Brain, p. 239). In rabies infec-
tion, experimental studies show that the virus itself shuts
off critical neuronal genes, including genes encoding
neurotransmitters and neuropeptides, and even sup-
presses transcription of housekeeping genes, provoking
